© 2 0 1 9 I n d I a n J o u r n a l o f P a t h o l o g y a n d M I c r o b I o l o g y | P u b l I s h e d b y W o l t e r s K l u W e r -M e d K n o W ABSTRACT Sympathetic ophthalmia (SO) is a rare bilateral diffuse granulomatous panuveitis that occurs in few days to several years after penetrating injury. This intraocular inflammation can occur in any age group without a sex predilection. Pathology and immunohistochemistry-supported evidence is important to know the disease in a better way. We present a case of a 24-year-old female with clinical diagnosis of SO with an atypical past history of chicken pox in that eye and residual corneal opacity.
INTRODUCTION
Sympathetic ophthalmia (SO) is a non-necrotizing diffuse granulomatous inflammation, which can cause panuveitis. [1] [2] [3] [4] It is a condition affecting the eye and known better among specialists outside ophthalmology for the dreadful outcome. [4, 5] The cause of this panuveitis is chiefly the penetrating trauma to the eye, but surgery, laser applications to the eye can induce this condition. [6] [7] [8] The injured eye is referred to as the exciting eye and the fellow eye is referred to as the sympathizing eye. [2, 3, 5] Presently, the standard care of this condition is high-dose corticosteroids followed by immunosuppressives. [3, [5] [6] [7] Immunosuppressives are required to be continued for the long term to avoid recurrences and complications. [3] [4] [5] [6] Rarely, eyes are obtained for histopathology. [5, [8] [9] [10] We present a young lady with a clinical diagnosis of SO and having some structural complications. Incidentally, she had a past history of chicken pox in the inciting eye with residual corneal opacity. The histopathology and immunohistochemistry supported the diagnosis.
CASE REPORT
A 24-year-old female came to a referral center of south India complained of diminution of vision in the left eye (OS) for 1 month. She had corneal opacity following chicken pox 12 years back. Right eye (OD) was diagnosed to have exudative retinal detachment (ERD). She was on antiglaucoma medication in OS when she came for the consultation. On examination, best-corrected visual acuity was 20/30 in the OD and no perception of light in the OS. The OD had aqueous cells 1+ and aqueous flare 1+. Optical coherence tomography (OCT) was done. OCT showed shallow foveal contour with subretinal fluid in both eyes (OU). Choroidal thickening was noted OU. Subfoveal choroidal thickness was 719 microns OS. She was suspected to have SO. The patient was put on the tablet Prednisolone 60 mg/day and gradually tapered. She had raised intraocular pressure (29 mmHg, Applanation tonometry) in the OS and the glaucoma clinic opinion was taken. She was put on Timolol maleate 0.5% eyedrops two times daily in OS. Investigations such as complete blood count with erythrocyte sedimentation rate were normal in the patient; chest X-ray, Mantoux, and serum angiotensin-converting enzyme were within normal limits. Antinuclear antibody and serology for syphilis were also negative for her. She received a course of intravenous methyl-prednisolone also. Subsequently, she was put on tablet Azathioprine 50 mg one tablet three times daily and gradually tapered. On first month visit, she had subfoveal choroidal thickness of 463 microns OS. OS was painful and blind. This is an open access journal, and articles are distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 4.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as appropriate credit is given and the new creations are licensed under the identical terms.
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Therefore, she has been referred to our oculoplasty department for consideration of enucleation/evisceration. She was seen here six-week time, when her vision was 20/20; N6 in the OD. Slit lamp examination revealed a quiet eye with no vitreous cells. Fundus showed an attached retina.
Evisceration specimen showed evidence of disorganization of internal structures. There was gross choroidal thickening with infiltration of mononuclear cells including lymphocytes, few plasma, and epithelioid cells [ Figure 1a ]. A strip of retinal pigment epithelium (RPE)-choriocapillaris-choroid complex showed sparing of choriocapillaris by those inflammatory cells [ Figure 1b ]. Choroidal pigmentations were seen scattered. The central part of the tissue showed granulomatous and non-necrotizing infiltrations in the choroidal tissue. Some pigment phagocytosis was also noted along with hyperplastic changes. Isolated clustered epitheloid bodies were seen in the tissue and documented [ Figure 2 ]. Focally, fibrosis and gliosis with few foam cells were seen. CD3 [Cell Marque, USA]: +++ was positive for the inflammatory cells in the choroid [ Figure 3a ]. Sparing of choriocapillaries by the immune cells was documented [ Figure 3a ]. CD20 [Cell Marque, USA]: ++ [ Figure 3b ]; CD 20 cells were less positive compared with CD3 (T-cell). The findings were consistent with posterior SO.
DISCUSSION
Pathological change of SO is known to cause a diffuse uveal granulomatous inflammation made up of lymphocytic infiltration with pigment-containing epithelioid and giant cells. [1] [2] [3] [4] In the acute phase of SO, the inflammatory process does not involve the choriocapillaris due to the influences of proinflammatory and anti-inflammatory cytokines secreted by RPE. [5] This pathological change is found to be similar in the exciting and sympathizing eye. [2] [3] [4] [5] [6] In some pathological enucleated eyeball specimens, eosinophils were found to be scattered in the inner choroidal layers. [5, 6] Nodular clusters of pigment-laden epithelioid cells known as Dalen Fuchs (DF) nodules are seen lying between the RPEs and Bruch's membrane and they were mostly seen in the acute phase of the active disease process. [5, 6] Our case did not have DF nodules in histopathological examination. In the chronic phase of the disease, pigment scar is evident at the level of the RPE. Immunohistochemical study revealed T-lymphocyte predominance in the uveal tissue. The exact cause of SO is not known so far. [2] [3] [4] [5] It can predispose to penetrating trauma, surgery, etc. [1] [2] [3] In the experimental animal, SO can be induced and it was found that the condition can be due to the breakdown in tolerance to uveal melanin that initiates the inflammation. [3] Various authors have found that the choroid to be the targeted site of SO where the predominance of T-cells was CD 8+ subset and few have also found that predominance of T-cells was CD 4 (Leu) subset, the helper and inducer. [9] [10] [11] Out of T-and B-cells' affection, T-cell predominance was seen in 20 eyes, whereas 4 eyes showed B-cell predominance. [11] The presences of B-cells were related with long-term course of the disease and phthisical change. [11] In our case, eye did not have phthisical change. From a therapeutic point of view, immunosuppressive on T-cells was much more effective for SO. [9] [10] [11] [12] [13] Our case had an atypical history of having chicken pox in the inciting eye with corneal opacity. Till date, there is no direct evidence of infectious agent(s) causing initiation of SO, but whether delayed hypersensitive reaction as a result of microtrauma following infectious triggering factor can promote autoimmune reaction is a subject of inquiry. Varicella-zoster virus causing kerato-uveitis can indirectly trigger the SO by assaulting the immune chain affecting either T-or B-cells. The patient presented with ERD with secondary glaucoma in that eye. She was clinically diagnosed as SO and was treated with 
